woman, aged 22, was admitted into the Royal Hospital for Diseases of the Chest on January 31, and readmitted on October 7, 1907. There was no family history of rheumatism or heart disease, and no personal history of rheumatism or chorea. She was an eight-months child and had a cyanosed appearance from birth. Clubbing of the fingers and toes had been a prominent feature from infancy. She was a delicate child and difficult to rear. At 16 years of age she worked for a period of six months in a confectioner's factory, and at 18 years of age was well enough to take a situation as housemaid, which she retained for a year and then had to give up owing to increasing breathlessness. During the last three years she had been unable to do any work, and had been carefully nursed and tended by her sister and relatives. The catamenia appeared very late (at the age of 20), and had always been irregular both in quantity and in time of occurrence. She sought admission to the hospital because of her increasing dyspncea, which, however, became much less pronounced after a week's rest in the recumbent posture. She was intensely cyanosed, and presented the characteristic appearances of morbus caeruleus. The lips, ears, nose, tongue, and tips of the fingers were of a dark bluish-violet colour, and there was well-marked clubbing of the fingers and to a less extent of the toes and tip of the nose. The hands and feet were cold, but there was no subcutaneous dropsy, haemoptysis, pulmonary cedema, nor enlargement of the liver. The urine was acid, with a specific gravity of 1015, and once or twice contained a trace of albumen. The average pulserate was 90, while the pulse itself was regular and of fair volume of tension. The cardiac apex was little if at all displaced; the right border of the heart extended somewhat to the right of the sternum. A softblowing systolic murmur was audible over the lower half of the left
resembled that in the present case. An accurate gauge of the patient's muscular weakness was found in the fact that he had been unable on the horizontal bar to pull himself up once with both hands together, though when an instructor he could do so many times. in succession.
The patient's condition was now improving rapidly, and he could almost pull himself up on the bar with one hand. He was taking arsenic. He had previously had no drugs.
Two Cases of Congenital Heart Disease in Adults. By R. MURRAY LESLIE, M.D. CASE I. C. F., a woman, aged 22, was admitted into the Royal Hospital for Diseases of the Chest on January 31, and readmitted on October 7, 1907. There was no family history of rheumatism or heart disease, and no personal history of rheumatism or chorea. She was an eight-months child and had a cyanosed appearance from birth. Clubbing of the fingers and toes had been a prominent feature from infancy. She was a delicate child and difficult to rear. At 16 years of age she worked for a period of six months in a confectioner's factory, and at 18 years of age was well enough to take a situation as housemaid, which she retained for a year and then had to give up owing to increasing breathlessness. During the last three years she had been unable to do any work, and had been carefully nursed and tended by her sister and relatives. The catamenia appeared very late (at the age of 20), and had always been irregular both in quantity and in time of occurrence. She sought admission to the hospital because of her increasing dyspncea, which, however, became much less pronounced after a week's rest in the recumbent posture. She was intensely cyanosed, and presented the characteristic appearances of morbus caeruleus. The lips, ears, nose, tongue, and tips of the fingers were of a dark bluish-violet colour, and there was well-marked clubbing of the fingers and to a less extent of the toes and tip of the nose. The hands and feet were cold, but there was no subcutaneous dropsy, haemoptysis, pulmonary cedema, nor enlargement of the liver. The urine was acid, with a specific gravity of 1015, and once or twice contained a trace of albumen. The average pulserate was 90, while the pulse itself was regular and of fair volume of tension. The cardiac apex was little if at all displaced; the right border of the heart extended somewhat to the right of the sternum. A softblowing systolic murmur was audible over the lower half of the left margin of the sternum, the point of miiaximnum intensity being the fourth left costal cartilage; the murmur was conducted inwards to the midsternal line, upwards to the second left interspace, outwards to the parasternal line, and downwards to the sixth left costal cartilage. The pulmonic second sound was accentuated. The blood exhibited remarkable concentration of the cellular elements, the red corpuscles numbering no fewer than 12,720,000 per centimetre, i.e., two and a half times the normal number. The hoemoglobin varied from 110 to 120 per cent. The temperature tended to be subnormal.
The skiagram of the chest revealed slight enlargement of the right heart and a blunting of the cardiac apex, while the skiagram of the hands showed the absence of osseous changes at the extremities of the terminal phalanges (skiagrams exhibited). It was impossible to express an opinion as to the precise cardiac lesion present in this case. The site and-distribution of the murmur suggested patency of the intraventricular septum, but there were probably other associated abnormalities. There was no evidence of pulmonary stenosis. The main interest of the case lay in the fact that the patient had reached adult life notwithstanding the extreme degree of cyanosis present. CASE II. E. W., a woman, aged 30, was admitted to the Prince of Wales's Hospital on October 18, 1900, and readmitted on September 6, 1901, and February 12, 1903 , and since then has been continuously under observation until the present date. There was no family history of rheumatism or heart disease, and no personal history of rheumatism or chorea. She was a delicate child and suffered from slight attacks of bronchitis. At the age of 9 she was an in-patient at the Royal Hospital for Diseases of the Chest, under the care of the late Dr. Gilbart Smith, who diagnosed congenital pulmonary stenosis. She was at that time a poorly nourished child, her principal symptom being breathlessness on exertion. There was then no enlargement of the cardiac area, but a loud, harsh, high-pitched systolic bruit was audible over the precordia, loudest in the third left interspace, but heard distinctly over the greater portion of the front of the chest, and also over the scapular and interscapular regions behind. Over the pulmonary cartilage the murmur was followed by a short, sharp, second sound. The patient continued as an out-patient at the hospital for some years, afterwards staying for varying periods at different country and seaside homes, and in the intervals being carefully looked after by her relatives. She had never been able to engage in active work. The catamenia comminenced early (at the age of 13) and had been somiiewhat irregular; latterly she had suffered a good deal from-l menorrhagia and ml-etrorrhagia. At the age of 16 she made a good recovery from an attack of acute pneumonia. At the age of 21 she was again admitted into the Royal Hospital for Diseases of the Chest, and afterwards was transferred to the Prince of Wales's Hospital.
On admiiission, the patient was found to be a well-nourished wom-lan, and complained principally of attacks of giddiness and shortness of breath. The face was congested, and there was a mloderate degree of cyanosis, most noticeable in the lips. The fingers were clubbed and the nails livid. She had occasionally slight oedema of the ankles. The liver was not enlarged, but the existence of a few moist rales at the pulmonary bases indicated some pulmonary cedema. There had been no ha-emoptysis. The temperature tended to be subnormal. The urine was acid, with a specific gravity of 1028, and contained a trace of albumen. The pulse-rate varied from 80 to 100, and the respiration rate from 24 to 28. The pulse was regular but of small volume, the sphygmographic tracing showing a rounding off of the tidal wave, with a rather prolonged descent. There was some visible pulsation when the patient becamne excited, in the second and third left interspaces, and also above the clavicles. The right border of the heart extended well to the right of the sternum. There was no thrill to be felt at the base of the heart, but there was a distinctly palpable diastolic shock in the third left interspace. On auscultation there was a loud, harsh systolic murmur heard all over the preecordia, but loudest over the pulmonary cartilage, and audible also over the posterior aspect of the chest. Examination of the blood revealed a great excess of hamocytes, which numbered 9,630,000 per centimetre, the leucocytes numbering 9,300 per centimetre. The skiagram revealed enlargement of the right ventricle. The principal lesion in this case was undoubtedly pulmonary stenosis. There was most probably also some patency of the septa, which would afford much relief to the overcharged right heart and thus tend to prolong life. There mnight or might not be patency of the ductus arteriosus.
The occasional visible pulsation in the upper left interspaces suggested the possibility of dilatation of the pulmonary artery.
The great interest of the case, however, lay in the fact that the patient had now entered on her fourth decade, and appeared to be in better health than ever. She could walk for a considerable distance without undue fatigue or dyspnoea. In winter-time the cyanosis became munch mlore evident than in the summer.
DISCUSSION.
Dr. A. E. GARROD said there was a physical sign in the older patient which had not been mentioned, namely, valve slhock and a very loud second sound in the pulmonary area. This he regarded as pathognomonic of pulmonary stenosis. It was not present in young children with pulmonary stenosis, but developed as life progressed. The late Dr. Peacock mentioned it in connection with a case which he desciibed in his book on " Congenital Heart Disease," and made the suggestion, which Dr. Garrod tlhought was correct, that the loud second sound was aortic, and that as years went on the aorta had come to occupy a position over the patent intraventricular septum, and that the large aorta, which did the work of both arteries, was the seat of the very loud slamming second sound. He asked whether Dr. Leslie thought it possible that the other case was one of pulmonary atiesia, although such a diagnosis seemed unlikely in the case of an adult patient.
Dr. PARKES WEBER said that the increase in the red corpuscles was so pronounced that the difficulty in oxygenating the blood must be very great, and he therefore suggested that fiequent oxygen inhalations should be tried, in order to bring about a diminution of the red cells.
Dr. Box said he had been interested in the use of oxygen inhalation in cases of this kind, but had been disappointed with the results. He had not had blood-counts made, but it was easy to judge from the general appearance of the patient that the oxygen was not benefiting hiim. He thought that the reason for the failure was obvious, because cyanosis in these cases was practically always due to one cause, viz., deficient blood supply to the lung. In some cases the pulmonary artery and aorta were transposed, each circuit being kept separate.
He therefore failed to see how the inhialation of oxygen would ameliorate the condition. He had also made attempts to introduce oxygen by giving oxygencontaining compounds by the mouthi, in the hope that the oxygen would reach the blood via the stomach. That, however, was difficult, because when oxygen was thus introduced in sufficient quantity it upset the digestion, and sickness and diarrhcea resulted. The clubbing of the fingers also was probably due to the obstruction of the blood-flow from the lungs. Recently he had seen an instructive case in which a child had difficulty in swallowing and considerable clubbing of fingers, toes, and nose. On first examination there seemed nothing to account for the clubbing of the fingers, but on -examining the mediastinum post mnortem there was found to be an ulcer of the cesophagus, and the inflammation around the base of the ulcer had extended into the mediastinal tissues, and compressed the pulmonary veins as they opened into the auricle. That was the only condition in the body to which the clubbing of the extremities could be ascribed.
Dr. MURRAY LESLIE said that he thought the age of the younger patient excluded the idea that she had pulmonary atresia, as he understood that the subjects of that condition practically never reachied adult life. Oxygen had not been tried in these cases.
